A 46-year-old man was admitted for a sudden onset of generalized tonic-clonic seizure and convulsion as well as deteriorating unconsciouseness for 14 hours. He was treated with antibiotics during the preceding 2 weeks for high fever and upper respiratory tract infection. Upon admission, his body temperature was 40.3°C, blood pressure was 86/50 mm Hg, and the Glasgow Coma Scale score was 5/15. Nuchal rigidity was noted. Kernig sign and Babinski sign were positive bilaterally. Other systemic physical examinations were unremarkable. The blood routine test showed increased white blood cells (17.47×10 9 /L; neutrophils 86%) and decreased platelet (37×10 9 /L), and coagulant dysfunction (fibrinogen degradation product 122.9 µg/mL, D-dimer 6283 µg/L, prothrombin time 25 s, activated partial thromboplastin time 44.1 s) was observed. Acidosis and elevated serum liver enzymes (aspartate aminotransferase 7222 IU/L, alanine aminotransferase 5126 IU/L), creatinine (142 µmol/L), and amylase (705 IU/L) were found. Blood samples were collected for blood cultivation, whereas no pathogen was identified. Serum viral studies (hepatitis B virus, hepatitis C virus, human immunodeficiency virus) and syphilis serology tests were all negative. The cerebrospinal fluid (CSF) test revealed slightly elevated protein level (0.87 g/L), elevated immunoglobulin G (IgG) level (107 mg/L), and normal glucose level without pleiocytosis. CSF IgG and IgM for herpes simplex virus, cytomegalovirus, Epstein-Barr virus, rubella virus, rubeola virus, and human herpesvirus were all negative. CSF rapid plasma reagin for syphilis was negative. The electroencephalography examination demonstrated diffuse generalized and slow background activity. The pulmonary computed tomographic (CT) scan showed mild pneumonia, and the abdominal CT scan showed abnormal attenuation in
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